The malondialdehyde (MDA) contents in rat liver lyso somes increased in vitro by 400 nm ultraviolet light irradiation in the presence of hematoporphyrin (HP), but no changes were observed without HP . The MDA formation under the presence of HP was prevented by addition of vitamin E as antioxidant.
lysosome; 400 nm UV; malondialdehyde; porphyrin Rilnington et al. (1967) suggested that skin photosensitivity in porphyria is partially due to damage of lysosome in the skin, and it is known that unsaturated fatty acids are oxidized in the cellular membranes by ultraviolet light (UV) (Otto lenghi et al. 1955). It is assumed that lipoperoxide may be formed and play an essential role in connection with cellular damage of the skin.
The present in vitro experiment is a model to investigate the mechanisms of the photosensitivity in porphyria: lipoperoxide formation due to hematoporphyrin and 400 nm UV irradiation is studied in rat liver lysosome and the effect of vitamin E on this lysosomal damage is also examined.
MATERIALS AND METHODS
Preparation of lysosome. The livers were obtained from 7 female albino rats weigh ing about 200 g immediately after decapitation, and the lysosome fraction was prepared from the livers by the method of Kato (1972) and suspended finally in 0.05 M phosphate buffer (pH 7.4) (buffer) so as to make up 0.6-1.0 ma protein per ml. It is said that VE is a sort of antioxidant and stops the radical chain reaction. By experiment using VE (Table 2) , it is proved that VE has an antioxidant action. The lipoperoxide content in the mitochondrial suspension following exposure was found by Nagata et al. (1978) to be significantly less in the VE injected-rats than in the non-treated ones. On the other hand, there were reports in which antioxidant theory of VE was doubtful. For example, Desai et al. (1964) observed that there was no relationship between peroxidation and instability of lysosomal membrane in muscle tissue of VE depleted chicks. Further, El-Khatib et al. (1964) showed no significant increase of peroxides in the organs of tocopherol-deprived animals and they considered that the idea that these animals accumulate peroxides apparently arose from determinations in which in vitro peroxidation occurred. However, it was known that hydrocarbon gases were related to lipid peroxidation in vitro by Lieberman and Mapson (1964) , and Riely et al. (1974) were the first to show that ethane production in breath of mice injected with carbon tetrachloride, a known inducer of lipid peroxidation, was inhibited in the case of VE treatment. Hafeman and Hoekstra (1977) also reported similar results. From these reasons, the antioxidant theory of VE is said to become more clear.
